INTRODUCTION
Several laboratories (1) (2) (3) (4) have reported that many patients with multiple myeloma have a population of blood lymphocytes that appear to be monoclonal because they express the idiotypic antigens of the myeloma protein on their surface membranes. Similar observations were originally described in mice with subcutaneous plasmacytomas (5) . The origin and sig-nificance of idiotype-bearing lymphocytes in myeloma have been matters of considerable disagreement (6) .
In recent studies (6, 7) we observed that several murine myelomas were accompanied by an extraordinary increase in the number of circulating T lymphocytes that expressed surface membrane receptors specific for the heavy chain class of the myeloma protein. Those performed to reverse any receptor occupancy by immunoglobulin adsorbed in vivo, and to remove adherent cells. Although in the present studies we did not assay for receptor occupancy by immunoglobulin adsorbed in vivo, an incubation step was nonetheless included because of previous studies (7) in murine myeloma where receptor occupancy and its reversal with incubation have been consistently observed. Nonadherent cells were rosetted with washed neuraminidase-treated sheep erythrocytes and separated into T cell and non-T cell fractions by Ficoll-isopaque centrifugation as described by Ferrarini et al. (9) . When re-rosetted 95-97% of the T cell fraction formed rosettes with neuraminidase-treated sheep erythrocytes. Cells in the T cell and non-T cell fractions were assayed for surface membrane IgG receptors by rosette formation with IgG-coated ox erythrocytes as described by Ferrarini et al. (9) . T cell and non-T cell fractions were assayed for IgA receptors by the method described by Lum et al. (10) . Briefly, the cells were incubated for 15 min at 37°C with an equal volume of serum that contained a high titer of M315 (an IgAk2, anti-2,4,6-trinitrophenyl antibody secreted by the murine plasmacytoma MOPC 315). The cells were washed five times in RPMI 1640 medium containing 20% fetal calf serum, and then rosetted with 2,4,6-trinitrophenylated sheep erythrocytes according to the procedure of Hannestad et al. (11) .
Statistical a nalyisis. The comparison of individual patient vs. control were carried out using the Satterthwaite form of Student's t test (12) .
RESULTS
The presenting clinical, laboratory, and radiographic findings established the diagnosis of multiple myeloma (Table I) . The patients need to be studied before the invariance of these associations canl be determined, these observations were made in the first six patienits with newly diagnosed myeloma that we have examined. The immunoglobulin-binding cells have been identified as T lymphocytes because >95% of them formed spontaneous rosettes with sheep erythrocytes. This degree of E-rosette formation ruled otut the possibility that the immunoglobulin-binding cells were B cells or blood monocytes that had not been removed by adsorption to the plastic culture dish during the 18-h incubation period.
The mechanism of increased FcR T cells in human myeloma is unknown but in murine myeloma an association l)etween high fre(qtuenicies of secretory myeloma cells and increased FeR+ T cells has beeni observed (6, 7) . In the murine model we observed that IgA myelomiia was accompaniied by increased numlilbers of Ta cells (7) (17) . If FcR+ T cells \,ere found to influence myelomacl cells they might offer a new therapeuitic strategy for the cliniecal manipulation of myelomia.
Finally, ouir findings provide an explanation for the ocecurrence in humilan myelomiia of large numbers of circtulatiing lymphocytes that express the myeloma idiotvl)e on their sturface membranes (18) . It is interestinig that mnvelom-ia, a disease in which a siingle B cell clone exl)aids in ani autoinomiious fashion while other B cell clones are suppressed (19, 20) 
